Giant cell arteritis in temporal arteritispolymyalgia rheumatica is characterised by patchy necrotic lesions and perivascular infiltrates of, predominantly, histiocytes, lymphocytes, epithelioid cells, and giant cells, which give the lesion its traditional name. The lumen is markedly narrowed by the thickened oedematous intima and at times occluded by thrombi. The possible role of the eosinophil in the vascular lesion in temporal arteritis has not been considered before, as far as we know, partly owing to the limited attention the eosinophil has received in general in inflammatory lesions. Recent findings, however, have suggested that eosinophils may be involved in the vascular injury associated with the hypereosinophilic syndrome' and the eosinophilic granulomatous angiitis of Churg and Strauss.2 The cytotoxic properties of the major eosinophil granule proteins, eosinophil cationic protein (ECP)3 and major basic protein,' 7 8 suggested that their extracellular deposition may contribute to vascular injury. The activity of ECP on factor XII dependent coagulation pathways9 and its neutralising effect on the anticoagulant effect of heparin3 may favour the development of thrombi in necrotic vascular lesions. In this study we report that temporal arteritis should be added to the list of vascular diseases characterised by an infiltration of activated eosinophils and extracellular deposits of ECP within the necrotic and thrombotic lesions. was considerably lower than the number identified by immunofluorescence. Immunoreactivity was rated according to the scale: O=none, 1 =dim, 2=moderately bright, 3= bright. In all biopsy specimens reactivity for ECP was located to cells infiltrating the adventitia. Six biopsy specimens had a score of 1, six a score of 2, and four a score of 3. In 12/16 biopsy specimens cells reactive with ECP were seen in the media; nine of these specimens had a score of 1 and three a score of 3. The immunoreactive cells were localised in areas with round cell infiltration. In 10/16 biopsy specimens cells immunoreactive for ECP were also seen in the intima (fig 2) . Eight of these specimens had an immunoreactivity score of 1 and only two had a score of 3. In all biopsy specimens patchy and mostly dim extracellular deposits of ECP were seen in areas with immunoreactive cells. Striking deposits of ECP were seen in areas with necrotic lesions and in thrombi (fig 2) .
The eight coronary arteries with atherosclerotic lesions showed no immunoreactivity for EG2 and no extracellular deposits of ECP. In two of five temporal artery biopsy specimens, which were otherwise negative, a small number of cells immunoreactive for ECP were seen in the adventitia; in one of the specimens the cells were positive for EG2 but had no extracellular deposits of ECP. 
